fatty infiltration of the liver and a normal pancreas. Her husband informed us that she had been drinking at least one bottle of sherry per week recently due to domestic difficulties. A diagnosis of Zieve's syndrome was made and the need for abstinence from alcohol discussed with the patient. Subsequently, her myalgia resolved within 2 weeks with haematological and biochemical abnormalities returning to normal, as shown in Fig. 1 . The ferritin level also returned to normal and the PV fell to 1.55 mPa.
Zieve's syndrome consists of jaundice, hepatic dysfunction, hyperlipidaemia and transient haemolytic anaemia associated with alcohol abuse [1] , although the latter may not be suspected [2, 3] . Red blood corpuscle metabolism has been found to be abnormal [2, [4] [5] [6] [7] [8] [9] , predisposing to haemolysis, possibly though a circulating haemolysin, such as lysolecithin [1] which is elevated in such patients [10] . Hyperlipidaemia often precedes the episode of haemolysis and in our case lipaemic serum was noted in several samples during the 4 month period prior to the full-blown presentation. Unfortunately, retrospective measurement of lipids was not possible. Haemolysis is thought to be precipitated by a rapid fall in lipids [2, 10] , which is supported in part by our case as the reticulocytosis peaked after the fall in lipids. Cholesterol has been shown to have an inhibitory effect on the action of lysolecithin [11] and it is postulated that lysolecithin acts only when lipid levels fall.
A raised PV has not been reported previously. This led to an initial diagnosis of PMR in our patient, described the possible association of polymyalgia rheumatica (PMR) and MDS. As PMR is fairly common in Caucasians, the presence of another disorder like a haemic malignancy may well be a chance co-existence of two separate diseases. We report a Chinese patient with MDS who presented concurrently with PMR symptoms which responded to low-dose steroid therapy. The relative rarity of PMR in our locality suggests that the two diseases may be causally related.
A 59-yr-old Chinese woman presented in January 1993 with malaise, weight loss, anorexia, polyarthralgia and limb girdle stiffness. She was anaemic and leucopenic (Hgb 7.0 g/dl, MCV 92.4 fl, WBC 2500/ mm 3 with 75% neutrophils, 5% lymphocytes, 1.5% blasts). A marrow biopsy revealed mild hypercellularity and dysplastic features of the red cell and granulocyte precursors. There were 8% blast cells. Cytogenetic study of the marrow cells was normal. She required monthly blood transfusion, but no chemotherapy was instituted in view of her age and the small proportion of blast cells. She was initially treated conservatively for her joint and girdle symptoms. In March 1993, her polyarthralgia worsened and there was increasing stiffness and pain over the shoulder and pelvic girdles. She was depressed. Physical examination revealed marked wasting of the shoulder girdle and hip muscles, but there was no active synovitis. She was pale and had 2 cm splenomegaly. Repeat blood tests confirmed anaemia, leucopenia and elevation of alkaline phosphatase to 230 U/l. Her ESR was 140 mm/h and ultrasonography of the liver did not reveal any obstructive lesions. HBsAg, anti-HCV, rheumatoid factor, ANA and anti-dsDNA antibody were all negative. Her serum IgG was mildly elevated, but there was no monoclonal gammopathy. X-Rays of the affected parts were unremarkable. A temporal artery biopsy was negative. The rheumatological diagnosis was PMR and she responded dramatically to prednisone at a dose of 20 mg/day. Her haematological indices, however, did not improve with steroid and she continued to be transfusion dependent. Prednisone was reduced to 10 mg/day in August 1994 without exacerbation of her joint and limb girdle symptoms.
The annual incidence of PMR has been estimated at around 50/100 000 for persons over the age of 50 yr [5] . The great majority of patients are Caucasians and PMR is an uncommon disease in Orientals. The reason for this ethnic difference is unclear and a genetic factor probably contributes because certain HLA class II antigens, like DR4, have been found to be more prevalent in Europeans with PMR [6] .
